Pathogenesis of rapidly progressive glomerulonephritis: what do we learn?
Rapidly progressive glomerulonephritis (RPGN) is a life-threatening disease with a poor prognosis. In this review, the pathogenesis of RPGN owing to antineutrophil cytoplasmic antibody-associated crescentic glomerulonephritis and anti-GBM diseases is discussed. By the model of nephrotoxic nephritis, T cells, dendritic cells and toll-like receptors are involved in podocyte activation and parietal epithelial cell proliferation which contribute to the crescent formation and glomerular injury. Furthermore, growth factors and Goodpasture autoantigen are also involved in the onset of the disease. In the study of ANCA-associated glomerulonephritis, the role of lysosome-associated membrane protein (LAMP)-2 and neutrophil extracellular traps is well studied. However, the role of LAMP-2 in the disease pathogenesis remains uncertain. We hope this review can help us to further understand the pathogenesis of the disease.